INTRODUCTION
The prefrontal cortex (PFC), as a part of the 'limbic circuit', plays a fundamental role in emotional and cognitive processes (Lane et al., 1997; Maguire et al., 1998) . This has been shown both in experimental animal models and in humans, using modem imaging techniques (Lane et al., 1997; Maguire et al., 1998; Middleton & Strick, 1997) . Numerous excitatory amino acids (EAA) neurons are present in PFC, and glutamate plays a key role in excitatory neurotransmission in the central nervous system (McDonald, 1996) . Nitric oxide (NO) plays a significant, indirect role in the stimulation of glutamate receptors, particularly the ionotropic (iGluR) and metabotropic (mGluR) glutamate receptor types. The stimulation of both types of glutamate receptors increases after the generation of NO (Gage et al, 1997 ; Kendrick et al., 1997) , indicating that NO may act as a modulator of glutamatergic neurotransmission.
Both glutamate and the activity of the enzyme NO-synthase (NOS) (Hauser et al., 1999 ). An increased level of glutamate was also detected in the intracellular space of PFC and in the hippocampus of rats that were irritated by pain stimuli (Bagley & Moghaddam, 1997 (LeGreves et al., 1997) . NO-synthase was increased in the periaqueductal gray of rats that were exposed for 15 min to a predator (eat) (Chiavegatto et al., 1998) .
In the present work, post-mortem constitutive NO synthase (eNOS) activity, as well as glutamate concentration, was assessed in the PFC of rats that had experienced simultaneous different short-term aversive sensory (acoustic, visual, and mechanical) stimulation. The extreme character and simultaneous application of stimuli, applied for a time much shorter than that reported previously (Baltrons & Garcia, 1997 After the stimulation period, the cage was closed and pressurized carbon dioxide gas was infused into the cage through plastic tubing. Death occurred within min.
For each stimulation session, a pool of stressed animals was accompanied by a control pool of unstressed animals. Paired control rats remained for 12 h overnight in the same cage as that described for the stimulated rats. On the morning of the next day, the lid of the cage was moved down without disturbing the animals, and the same termination procedure was performed. During the entire termination procedure, the behavior of the animals was observed from the neighboring room. Animals that slept during the termination were selected as unstressed controls.
Sample Preparation
In an effort to obtain the brain structures for the eNOS activity assay as soon as possible, two separate groups were used (group 1: PFC + Hippocampi; group II: Amygdala + Cerebellum, see Table  1 ). Each group consisted of stressed and control animals. In each of the two stressed animal pools, the stress procedure was identical. The brains of the animals from the stressed pool of group I (n=16) were dissected for PFC and hippocampi (one sample of PFC and one of hippocampi were lost during the biochemical assay procedure). The same dissection was performed on animals from the control pool of group I (n=l 6). From this pool, only the eNOS activity values obtained from the eight animals that slept during the termination procedure were included in the results for this pool (Table 1) . (Giulivi et al., 1998; Northington et al., 1997) . Although the present study did not use high-speed or differential centrifugation to separate the supematant and particulate fractions, the percentage of endothelium versus brain tissue in the sample would argue in favor of nNOS activity. Presumably, the sample used here also includes the nNOS activity of astrocytes (Baltrons & Garcia, 1997; Yamada et al., 1997 (Hudetz et al., 1998; Jun-Ge et al., 1997) .
In a preliminary study, (Hauser et 
